. These studies support the concept that LH "action" in luteal cells requires recognition and binding ofLH by plasma membrane receptors.
Although it is generally accepted that the site offunctional LH receptor localization is the luteal cell surface, the mechanism and sites for processing ofreceptor protein remain undefined. Previous studies of receptor processing relied on use of the hormone to identify the receptor. However, intracellular processing of the ligand may be different from that for the receptor protein.
In addition, hCG may not have direct access to intracellular sites (such as newly synthesized receptor) in intact cells, and they would therefore not be labeled.
There is a precedent for intracellular LH receptors, as hCG binding to subcellular fractions is similar to its binding to cell membranes (Rao et al. , 1981) .
An alternative to localization of hormone binding sites, and with hCG. By electron miaoscopy, (Brodsky, 1985) . The protocol was approved by the Yale University Medical School Committee on Animal Care. On day 0, cells obtained from popliteal lymph nodes were fused with myeloma cells (SP2/Ag8).
Hybridomas were cloned twice by limiting dilution. A clone was selected, grown in serum-free medium (Goding, 1986) , and the antibody harvested.
Cloned cells were also grown in ascites fluid of inradiated Balbk mice injected with 0.5 ml 2,6,10,14-tetramethyl-pentadecane (pristane Control sera were prepared by adsorption of primary antiserum with hCG (50 IU/0.1 ml, 16 hr) so that it no longer precipitated
Cleared serum was recovered after centnifugation in a microfuge (2 mm).
Control serum was also prepared by adsorption with anti-rabbit or antimouse antibody conjugated to beads to remove total antibodies (H + L chain specific; Immunobead reagent, Bio-Rad, Richmond, CA). Normal rabbit serum at 1 :io or serum-free medium (undiluted) or mouse ascites at 1:1000
were also used as controls. Triton X-100 was included in all reagents except for the 3',3'diaminobenzidine tetmahydrochloride (DAB) (Sigma) substrate solution to minimize nonspecific adsorption of reagents to the sections (Kinnunen et al., 1981) Identical results were obtained when primary hCG antisera was replaced with normal rabbit serum (see Figure 4 ). (D) When the LH receptor MAb was added to sections of ovary pre-treated with 100 lU hCG, binding was reduced on cell surface membranes but not in cytoplasmic areas. Bar = 10 pm. Figure  3 ). In sections ofovary (no hCG)stained with the LH receptor MAb, reaction product was observed on the luteal cell membrane but appeared to be less intense and in patches ( Figure  4 and 5) , unlike the uniformity of stain observed with hCG antisera. Cytoplasmic localization of the receptor antibody was absent in some cells (Figume 4) . However, similar to the light micrographs, cytoplasmic stain ofvarying intensity was seen in about 60% of the luteal cells (Figure 5) . Cytoplasmic stain was discrete and was confined to polysomes, small vesicles, and sections of rough endoplasmic reticulum ( Figure  5A ). The controls showed no reaction product when incubated with serum-free medium ( Figure 4B ), normal ascites (see Figure 1C ), or a non-relevant MAb ofthe same isotype (not shown).
____ Discussion
The (Stemberger, 1986; Liii et al., 1982) . The general problems associated with electron microscopic immunohistochemistry are well documented (Stemnbemger et al., 1975 (Stemnbemger et al., ,1986 Hsu et al., 1981; Olschowka, 1981) . The main problems include loss of antigenicity ..
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